











その後0.8万 /μL まで急激に低下したため，精査治療目的に入院となった．貧血の進行，LD 高値，
ハプトグロビン低値，破砕赤血球の出現を認め，ADAMTS13活性の低下やインヒビターは認めな
































































30mg/ ㎡×5day ＋ cyclophosphamide 50mg/kg×
1day＋ anti-thymocyte globulin 2.5mg/kg）を用い
て HLA3/6合致（HLA-Cw合致）の母子間末梢
血幹細胞移植を施行した．GVHD（graft versus 
Table 1. Laboratory data on admission
Peripheral blood Blood biochemistry
WBC 14,740 /μL TP 6.0 g/dl Na 134 mmol/L
Neut 88 Alb 3.4 g/dl K 5 mmol/L
Eos 0 Glb 2.6 g/dl Cl 96 mmol/L
Baso 0 T-Bil 1.2 mg/dl Ca 7.7 mg/dL
Mono 5 D-Bil 22 %
Lym 7 (%) ALP 181 U/l Haptoglobin ＜5.0 mg/dL
RBC 352 ×104/μL γGT 110 U/l
Hb 10.8 g/dL LD 1,650 U/l IgG 772 mg/dL
HCT 32.1 % ALT 84 U/l IgA 64 mg/dL
PLT 0.8 ×104/μL AST 46 U/l IgM 64 mg/dL
Retic 4.6 % Crn 7.89 mg/dl
Red cell fragment 2.3 % UN 145 mg/dl Thrombomodulin 12.3 FU/ml
UA 7 mg/dl
Coagulation Glu 101 mg/dl ADAMTS13 activity 69 %
PT-Sec 9.9 Sec CRP 0.18 mg/dl ADAMTS13 inhibitor <0.5 BU/ｍｌ
PT-INR 0.8
APTT 25.8 sec CH50 47.4 U/ml Cold hemagglutination 　<4
Fibrinogen 181 mg/dL C3 80 mg/dL Direct  coombs'test （-）
FDP 82.7 μg/ml C4 26 mg/dL Indirect  coombs'test （-）
AT-Ⅲ 128.7 %
ｖWF activity 156 %



















　身体所見：身長 174 ㎝，体重 58 ㎏，血圧 























































Fig.1 Clinical course. Plasma exchange was performed 14 times.Thereafter, rTM was administered while FFP was administered. On the 28 th day he had 























Fig. 1. Clin ca  course. Plasm  xchange was performed 14 times.Thereafter, rTM was administered while FFP was 
administered. On the 28 th day he had hemoptysis and started taking TPO. PEX: plasma exchange, ｒTM: recombinant 

























































Fig.2 CT：Consolidation in the left upper lobe, ground glass opacity(GGO) existed around that.
Fig. 2. CT: Consolidation in the left upper lobe, ground glass 
opacity(GGO) existed around that.
Fig.3 Bronchofiber：Bleeding in the bronchi.













































Fig. 4. Change of IPF in TPO administration. TPO was administered, IPF increased and platelets 
increased.  
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Fig.4 Change of IPF in TPO administration. TPO was administered, IPF increased and platelets increased.  
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Transplantation-associated thrombotic microangiopathy and 
complicating diffuse alveolar hemorrhage successfully treated with 
romiplostim
Fuminori SANO,  Eisei KONDO,  Hideho WADA
Department of Hematology, Kawasaki Medical School
ABSTRACT   The treatment for thrombotic microangiopathy (TMA), which develops after 
hematopoietic stem cell transplantation, has not been established. TMA has a poor prognosis 
in which multiple organ failure and serious bleeding occur. We hereby report a case in which 
TMA and alveolar hemorrhage developed following hematopoietic stem cell transplantation, 
and romiplostim administration was effective for the treatment. The subject was a man in his 
twenties. He was diagnosed with extranodal NK/T-cell lymphoma, nasal type in June 20XX 
and underwent mother–child peripheral stem cell transplantation after chemotherapy. No 
relapse had occurred, and the administration of immunosuppressive drugs was terminated one 
year after transplantation. Due to treatment, he had renal dysfunction, which was exacerbated 
by hypertension. We determined it to be hypertensive crisis and immediately initiated the 
administration of antihypertensive drugs. However, since renal dysfunction further advanced, 
the platelet count gradually decreased and then, suddenly dropped to 8,000/μL; he was then 
admitted to the hospital for intensive examination and treatment. The examination showed 
severe anemia, high lactate dehydrogenase (LD) levels, low haptoglobin levels, and the 
emergence of schizocytes, and neither a decrease in ADAMTS13 activity nor its inhibitors were 
observed. Therefore, the patient was diagnosed with TMA. Although the patient was treated 
with plasma exchange, periodical transfusion of fresh frozen plasma (FFP), and recombinant 
thrombomodulin (rTM) administration, neither the platelet count nor pathological conditions 
improved in five weeks. On day 38 of admission, the patient developed alveolar hemorrhage. 
We considered platelet transfusion to be very risky under the condition of a long-term presence 
of TMA and initiated romiplostim administration. Consequently, due to an increase in the 
platelet count, alveolar hemorrhage improved and the patient could be treated without any new 
symptoms of organ failure. Although there is no established therapy for patients with transplant-
associated TMA, the results suggest that romiplostim may be effective for bleeding due to a 
decrease in platelet counts without causing adverse events. The off-label use of romiplostim 
has been approved by the medical ethics committee of Kawasaki Medical School Hospital. 
 (Accepted on December 19, 2018)




Department of Hematology, Kawasaki Medical School, 
577 Matsushima, Kurashiki, 701-0192, Japan
Phone : 81 86 462 1111
Fax : 81 86 464 1194
E-mail : sfuminori@med.kawasaki-m.ac.jp

